A man from Abbeville, La., became ill on 10 August 1978, presenting symptoms of severe gastroenteritis, diarrhea, and dehydration. Vibrio cholerae 01, which causes epidemic cholera, was isolated from his stool (6) . Subsequent investigation led to the detection of 10 other cases in which crabs were the vehicle incriminated epidemiologically and confirmed bacteriologically (4) . The toxigenic strain common to all cases was identified as V. cholerae biotype El Tor serotype Inaba, which was essentially identical to the strain isolated from a single case ofcholera reported from Port Lavaca, Tex., in 1975 (23) . Before these outbreaks, the last documented case of domestically acquired cholera occurred in 1911 (20) . Public health authorities were concerned that the two recent outbreaks might indicate the establishment of an Each sample was examined for the presence of V. cholerae according to Food and Drug Administration procedures (11) . Portions (25 g each) from each subsample were blended in alkaline peptone water and in gelatin-phosphate-salt medium. After an 8-h incubation at 35 -t-2°C, 5-mm loopfuls of surface growth from each enrichment were streaked onto thiosulfatecitrate-bile salts-sucrose agar, gelatin agar, and gelatin-phosphate-salt agar plates. Three suspect colonies that exhibited appearances typical of V. cholerae were subcultured from each plate. Presumptive V. cholerae isolates, determined by an examination of appropriate biochemical characteristics, were screened for enterotoxin pro-duction by a microslide gel diffusion procedure sensitive to 5 ng of cholera toxin per ml (11) . Most of the isolates were reexamined for enterotoxigenicity by Y-1 mouse adrenal cell (11) and microtiter solid-phase radioimmunoassays (13) that were able, in our hands, to detect 0.1 ng of cholera toxin equivalent per ml. In the screening procedure, overnight broth culture supernatants were precipitated with zinc acetate or ammonium sulfate before gel diffusion. In the latter assays, culture supernatants were filtered through 0.45-,um membranes before testing.
Of None of the 611 V. cholerae non-O1 or the 11 V. cholerae 01 Inaba isolates were positive when screened for toxin production by the gel diff on procedure. Furthermore, when the majority (486 non-O1 and 11 01 strains) were tested by the Y-1 mouse adrenal cell and radioimmunoassays, none were toxigenic.
Twenty-eight V. cholerae non-Ol strains randomly selected from the 486 strains tested for enterotoxin were examined further for enteropathogenicity in the infant rabbit (8 to 12 days) model (8, 10) . Each test isolate was washed and resuspended to a density of 106 organims per ml in physiological saline. Approximately 0.1 ml of suspension was injected intrajejunally, and the rabbit was observed after 18 to 24 h for gross intestinal fluid accumulation, marked diarrhea, or death. Of the 28 cultures, 2 (one from the Atlantic and one from the Gulf coast) caused marked intestinal swelling and fluid accumulation when examined at autopsy. (12, 21, 22) and in vitro - (3, 17) . However, the fiequency of 01 isolation encountered in this study and the resulting proportional numerical relationship of 01 to non-01 strains appear far higher than mutational frequencies might allow.
The V. cholerae 01 Inaba strains could have appeared as a result of some form of life cycle mechanism involving sequential contamination of water and shellfish by pathogenic V. cholerae 01.
Evidence exists for the relatively long-term survival of V. cholerae in seawater (19; B. K. Boutin, J. G. Bradshaw, and W. H. Stroup, personal communication). In addition, it has been suggested that shellfish that were incriminated in previous cholera outbreaks can concentrate these bacteria from seawater (2, 7, 14, 15) . Nonetheless, the V. cholerae 01 Inaba strains isolated from this study were nontoxigenic, a finding that casts doubt on their hypothetical origin from human patients and carriers.
Despite the lack of toxigenic capability demonstrated for all the V. cholerae isolated from oysters and our inability to resolve the very important epidemiological question of their origin, the public health hazard presented by this level of oyster shellstock contamination remains. On one hand, the possible transformation of nontoxigenic organisms to toxigenic is very relevant, since noncholera vibrios (and V. cholerae non-O1) have been shown to produce enterotoxin (18, 24) and cause acute gastroenteritis (5, 9, 16) . On the other hand, the demonstration that 2 of 28 randomly selected V. chokerae non-01 cultures were pathogenic in the infant rabbit model suggests that an as yet unknown virulence factor exists among the species.
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